Inflammation, part of the body's innate immune response, can lead to ''sickness behaviors," as well as alterations in social and affective experiences. Elevated levels of pro-inflammatory cytokines have been associated with increased neural sensitivity to social rejection and social threat, but also decreased neural sensitivity to rewards. However, recent evidence suggests that inflammation may actually enhance sensitivity to certain social rewards, such as those that signal support and care. Despite a growing interest in how inflammation influences neural reactivity to positive and negative social experiences, no known studies have investigated these processes in the same participants, using a similar task. To examine this issue, 107 participants were randomly assigned to receive either placebo or low-dose endotoxin, which safely triggers an inflammatory response. When levels of pro-inflammatory cytokines were at their peak, participants were scanned using fMRI while they received positive, negative, and neutral feedback from an ''evaluator" (actually a confederate) about how they came across in an audio-recorded interview. In response to negative feedback (vs. neutral), participants in the endotoxin condition showed heightened neural activity in a number of threat-related neural regions (i.e., bilateral amygdala, dorsal anterior cingulate cortex) and a key mentalizing-related region (i.e., dorsomedial PFC), compared to placebo participants. Interestingly, when receiving positive feedback (vs. neutral), endotoxin (vs. placebo) led to greater neural activity in the ventral striatum and ventromedial PFC, regions often implicated in processing reward, as well as greater activity in dorsomedial PFC. Together, these results reveal that individuals exposed to an inflammatory challenge are more ''neurally sensitive" to both negative and positive social feedback, suggesting that inflammation may lead to a greater vigilance for both social threats and social rewards.
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Introduction
As part of the innate immune system, the inflammatory response, our ''first line of defense" against foreign agents, is critical not only for protecting the body against injuries and infections, but also for altering behavior during times of illness. Specifically, pro-inflammatory cytokines can act on the brain to induce ''sickness behavior," a constellation of symptoms including loss of appetite, fatigue, achiness, and fever, which are thought to promote recovery and recuperation during illness and infection (Dantzer and Kelley, 2007) . Indeed, a peripheral increase in levels of cytokines in the body can induce central cytokines in the brain, which can then influence neural reactivity and sickness behaviors (Dantzer et al., 2008) . In the past decade, it has been demonstrated that inflammation can alter social and affective experiences as well, presumably also an adaptive response to maximize recovery from illness (Dantzer et al., 2008; Raison et al., 2006) . In other words, in addition to the physical symptoms we typically think of as accompanying sickness, the inflammatory response also leads to a cascade of psychological changes that are just beginning to be fully explored. 
